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Mdivi-1 enhances cisplatin efficacy in primary ovarian cancer 
cells isolated from a cisplatin-refractory end-stage patient 
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The	
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The	
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  mdivi-­‐1	
  induces	
  apopto=c	
  cell	
  death	
  

DMSO	
  

Cispla?n/mdivi-­‐1	
  
Qian	
  W,	
  et	
  al,	
  Bioorg	
  Med	
  Chem	
  Leb.	
  2015;25(4):856-­‐63.	
  

A2780cis	
  pla@num-­‐resistant	
  cells	
  



Combina=on	
  of	
  mdivi-­‐1	
  and	
  cispla=n	
  enhances	
  replica=on	
  stress	
  

(20 µM) 

A2780cis	
  pla@num-­‐resistant	
  cells	
  

Qian	
  W,	
  et	
  al,	
  Bioorg	
  Med	
  Chem	
  Leb.	
  2015;25(4):856-­‐63.	
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Proapopto=c	
  Bcl-­‐2	
  family	
  proteins	
  Bax	
  and	
  Bak	
  are	
  required	
  
for	
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  cispla=n	
  toxicity	
  	
  

Bax	
  expression	
  correlates	
  with	
  the	
  response	
  to	
  chemotherapy	
  and	
  overall	
  survival	
  
in	
  ovarian	
  cancer	
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